with a progression to the upper limbs by the third week. The patient had a history of bilateral painless ptosis since 7 days which had been completed over this time. There was no history suggestive of bulbar, facial or sphincter involvement.
His medical history except for previous surgery was otherwise unremarkable.
On examination, the patient was alert and conscious. His vital signs were normal. Cranial nerve examination revealed mild bilateral peripheral facial palsy, lack of upward movement of both eyelids. In a passive eyelid opening, the eyes were diverted both outwards and downwards with restricted ocular movements except in lateral eye movement (Figure 1 ). The pupils were both mydriatic and non-reactive to light (complete bilateral third nerve palsy). Rest of the cranial nerve examination was normal. Motor system revealed hypotonia in all four limbs. Power muscle was grade 4/5 in upper limbs and 2/5 in lower limbs with predominantly proximal weakness. Deep tendon reflexes were absent in lower limbs and hypoactive in upper limbs. Sensory system indicated decreased all sensation modality in distal limbs. There was no sensory level. Cerebellar examination was Routine blood chemistry tests were normal. The patient had been under lumbar puncture which showed opening cerebrospinal fluid (CSF) pressure 9 CmH2o and normal glucose cell with a protein 304. CSF viral serology and gram stain and culture were negative. On the second day of admission, nerve conduction study (NCS) ( Tables 1 and 2 ) was performed which yielded considerable reduction in the compound motor action potentials (CMAP) with prolonged distal latency and reduced conduction velocity of median, ulnar, peroneal and tibial nerves in a range of demyelinating process. The ulnar and median Sensory nerve action potential (SNAP) were absent, however the sural SNAP was spare. Electromyography (EMG) showed reduced recruitment in all limbs accompanied by evidence of fibrillation, positive sharp waves and polyphasia in lower limbs muscles. The findings were suggestive of subacute axonaldemyelinationg polyradiculoneuropathy.
Intravenous immunoglobulin (IVIG, 25 g IV daily for 5 days) was instituted and a partial improvement observed in the lower limbs muscle power to 3/5. In addition the patient was able to open his eyes mildly.
Discussion
The third nerve palsy is an uncommon presentation in GBS. There are a few reports of third nerve palsy associated with GBS in the literature. The first studies in this area were carried out by Ropper et al who reported 8 patients with severe ptosis in GBS. 9 Similarly, St Louis and Jacobson reported a case of classic GBS who developed cranial neuropathy including of bilateral third nerve palsy. 7 Burina et al reported a 61 years old female with GBS associated with bilateral oculomotor nerve palsy. 8 Imam et al reported a case of Isolated Bilateral Ptosis as a variant of GBS over Miller Fisher syndrome. 10 A case described, the presence of albuminocytological dissociation in the CSF, the NCS-EMG pattern especially the sural sparing feature and clinical course were in favor of GBS.
Conclusion
GBS is a heterogeneous disease with distinctive characteristics. The most common manifestation is the acute inflammatory demyelinating polyneuropathy. More than half of the patients might develop cranial nerve involvement, especially facial palsy. However, The third nerve palsy is an uncommon presentation in GBS. The present report indicates the diverse clinical spectrum of GBS. 
